One of the defining cognitive characteristics of the chromosome 22q deletion syndrome (DS22q11.2) is visuospatial processing impairments. The purpose of this study was to investigate and extend the specific attentional profile of children with this disorder using both an object-based attention task and an inhibition of return task. A group of children with the disorder was compared in these tasks with a group of age-matched typically developing children. The children with DS22q11.2 demonstrated impaired spatially based orienting which is consistent with previous findings in this group. Strikingly, the children with DS22q11.2 also demonstrated an improved ability to use object-based cues, relative to the typically developing group. Finally, the children with DS22q11.2 demonstrated an intact inhibition of return system, however, it appears to be delayed developmentally. Ó 2007 Elsevier Inc. All rights reserved.
Chromosome 22q11.2 deletion syndrome (DS22q11.2) results from a 1.5 to 3 Mb microdeletion on the long (q) arm of chromosome 22 (Driscoll, Budarf, & Emanuel, 1992) . This disorder encompasses a number of other previously described disorders, such as, DiGeorge syndrome (DiGeorge, 1965) , Conotruncal Anomaly Face (Burn et al., 1993) and Velocardiofacial syndrome (Shprintzen et al., 1978) , and is one of the most common genetic causes of mental retardation and psychopathology. The currently accepted prevalence rate of DS22q11.2 is at least 1 in 4000 live births (Burn & Goodship, 1996) .
The physical manifestations of DS22q11.2 are variable between individuals and include cleft palate, velopharyngeal insufficiency, congenital heart defects, hypocalcemia, and facial dysmorphisms (Emanuel, McDonald-McGinn, Saitta, & Zackai, 2001; Shprintzen, 2005) . Recently, a series of studies using magnetic resonance imaging (MRI) have reported widespread brain dysmorphology in children and adults with DS22q11.2. The most consistent finding is an anterior to posterior pattern of greater tissue volume reductions, particularly in white matter (Eliez, Schmitt, White, & Reiss, 2000; Kates et al., 2001; Simon et al., 2005c) . In addition to these global changes in brain morphology, a number of specific brain regions appear to be affected including the thalamus (Bish, Nguyen, Ding, Ferrante, & Simon, 2004) , the cerebellum (Eliez et al., 2001; Bish et al., 2006) , the basal ganglia (Eliez, Barnea-Goraly, Schmitt, Liu, & Reiss, 2002) , and the corpus callosum (Shashi et al., 2004; Simon, Bearden, McDonald-McGinn, & Zackai, 2005a) .
The neurocognitive profile for individuals with DS22q11.2 is defined generally by an overall delay in cognitive development, including psychomotor and language delays and an IQ in the range of 70-85 (Gerdes et al., 1999; Swillen, Vogels, Devriendt, & Fryns, 2000) . Impairments in specific cognitive domains have recently been reported. Bearden et al. (2001) 
